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ABSTRAK 
Latar Belakang 
Siklosporin digunakan untuk imunosupresan namun memicu ROS menyebabkan kerusakan 
organ. N-Asetil Sistein mempunyai efek antioksidan dan antiinflamasi 
Tujuan Penelitian 
Menganalisis pengaruh N-Asetil Sistein terhadap penurunan kadar mikroalbuminuria dan 
kadar CRP yang di induksi Siklosporin pada  mencit. 
Metode Penelitian 
Penelitian ini merupakan penelitian eksperimen dengan randomisasi, sampel 24 mencit, 
dibagi menjadi kelompok kontrol, kelompok siklosporin 20mg/kgBB/hari oral, dan kelompok 
siklosporin 20mg/kgBB/ hari oral dan N-Asetil Sistein 40mg/kgBB/hari oral selama 3 
minggu. Cara ukur dinilai secara kwantitatif , dengan satuan pg/mL. Skala data berupa rasio. 
Uji variasi atau perbedaan beberapa mean menggunakan ANOVA atau Uji F kemudian  Post 
Hoc Test dengan LSD/ Bonferroni  
Hasil Penelitian 
Rata-rata±SD percobaan mikroalbuminuria kelompok kontrol 3,00±2,08 pg/mL; kelompok 
siklosporin 5,44±1,14 pg/mL; kelompok siklosporin+NAS 2,78±0,5 pg/mL. Sedangkan rata-
rata±SD percobaan CRP kelompok kontrol 276,98±55,01 pg/mL; kelompok siklosporin 
339,16±36,16 pg/mL; kelompok siklosporin+NAS 190,90±72,79 pg/mL. Perlakuan 
siklosporin dan N-Asetil Sistein dibandingkan siklosporin secara bermakna menurunkan 
kadar mikroalbuminuria (5,44±1,14 pg/mL vs  2,78±0,05 pg/mL; selisih= -2,66±0,64 pg/mL; 
p=0,001).  Pemberian siklosporin dan N-Asetil Sistein dibandingkan siklosporin secara 
bermakna menurunkan kadar  CRP (339,16±36,16 pg/mL vs 190,90±72,79 pg/mL; selisih=-
148,26±36,66 pg/mL; p=0,001). 
Kesimpulan 
Terapi N-Asetil Sistein dapat menurunkan ekspresi kadar mikroalbuminuria yang di induksi 
siklosporin pada mencit secara bermakna 
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Cyclosporine is used to immunosuppressant but trigger ROS cause organ damage. N-Acetyl 
Cysteine has antioxidant and anti-inflammatory effects 
Research purposes 
Analyzing the effect of N-Acetyl Cysteine to decreased levels of microalbuminuria and CRP 
levels in Cyclosporine induced in mice. 
Research methods 
This study was an experimental study with randomization, sample 24 mice were divided into 
a control group, a group of cyclosporin 20mg / kg / day orally, and group cyclosporine 20mg 
/ kg / day of oral and N-Acetyl Cysteine 40mg / kg / day orally for 3 weeks. How to measure 
quantitatively assessed, with units of pg / mL. The scale of the data in the form of a ratio. 
Test variations or differences in some test mean using ANOVA or F then Post Hoc Test with 
LSD / Bonferroni 
Research result 
Mean ± SD microalbuminuria experiment control group 3.00 ± 2.08 pg / mL; cyclosporine 
group 5.44 ± 1.14 pg / mL; cyclosporine + NAS group 2.78 ± 0.5 pg / mL. While the average 
± SD CRP experimental control group 276.98 ± 55.01 pg / mL; cyclosporine group 339.16 ± 
36.16 pg / mL; cyclosporine + NAS group 190.90 ± 72.79 pg / mL. Cyclosporine treatment 
and N-Acetyl Cysteine compared to cyclosporine had significantly lower levels of 
microalbuminuria (5.44 ± 1.14 pg / mL vs 2.78 ± 0.05 pg / mL; difference = -2.66 ± 0.64 pg / 
mL ; p = 0.001). Administration of cyclosporine and N-Acetyl Cysteine compared to 
cyclosporine had significantly lower CRP levels (339.16 ± 36.16 pg / mL vs 190.90 ± 72.79 
pg / mL; difference = -148.26 ± 36.66 pg / mL ; p = 0.001). 
Conclusion 
N-Acetyl Cysteine therapy can decrease the expression levels of microalbuminuria in the 
induction of cyclosporine in mice significantly  
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TGF-β1 : Transforming Growth Factor Beta 1 
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